In 1950 H W Brown' first published his series of seven cases with the following clinical features: slight downdrift of the affected eye on adduction; limitation of elevation on adduction; widening of the palpebral fissure on adduction; no overaction of the ipsilateral superior oblique; V exo pattern; positive traction test. He suggested that this syndrome was due to congenital paralysis of the inferior oblique muscle resulting in a short anterior superior oblique tendon sheath. In a further publication2 he divided his cases of superior oblique tendon sheath syndrome into two types-true and simulated cases. The true cases were those with a congenitally short anterior sheath of the superior oblique tendon. These 4 (Fig.  3B) . She continues to be followed up and there have been no further changes of her acquired Brown's syndrome.
HISTOPATHOLOGY
A punch biopsy of the bullous lesion on her right hip had shown haemorrhagic subepidermal bullae, a perivascular chronic inflammatory cell infiltrate, and periadenexal inflammation with thickening of dermal collagen which was of a hyaline appearance. These features indicated a histological diagnosis of morphoea.
Two further skin biopsies were examined: one from the forehead at the margin of the largest (en coup de sabre) lesion and one from a small lesion on the right cheek. Both biopsies were similar in appearance in histological sections (Fig. 4) . The epidermis was atrophic and separated from the reticular dermis by an area of oedema within the collagen. There was no evidence of liquefaction of the basal layer of the epidermis. Follicular plugging was observed, and there was fibrosis of the dermis extending into the subdermal fat. A perivascular acute and chronic inflammatory cell infiltrate was seen; particularly in the deeper layers of the dermis. Although there was follicular plugging, the distribution of the inflammatory infiltrate was not consistent with discoid lupus erythematosus. The deep extension of fibrosis, combined with epidermal atrophy, follicular plugging, and oedema of the papillary dermis indicates a histological diagnosis of combined lichen sclerosis et atrophicus and morphoea.
Discussion
In this case of bilateral acquired Brown's syndrome the diplopia preceded the manifestation of the skin lesions and increased in severity as the skin lesions grew in extent. In morphoea the fibrosis is believed to start in the lower dermis,'6 which supports the view that the diplopia was caused by morphoea of the overlying skin.
Ophthalmic problems previously reported to be associated with morphoea are many and various. They include loss of cilia and supracilia, tarsal atrophy, iritis, iridopalpebral atrophy,'7 unilateral glaucoma,'8 heterochromia,'9 atrophy of skin and muscle including extraocular muscle occurring with en coup de sabre lesion,'2 1 perilimbal vascular anomaly,22 corneal opacity and fundal changes.23 This patient had loss of cilia and supracilia, raised intraocular pressures, and episcleritis as complications of her morphoea in addition to Brown's syndrome.
Lichen sclerosus et atrophicus has been described as occurring on the eyelid,24 producing lid notching and ectropion.5 Combined lichen sclerosus et atrophicus and morphoea-is rare2627 and is thought to be a manifestation of the same disease process; it tends to behave as morphoea alone and is usually self-limiting or gradually progressive; with no treatment is effective.
The histopathology of skin lesions on the face, clinically similar to those overlying the trochleae, showed the infiltration of deep fibrosis into the subdermal fat which is part of the morphoea component of the combined skin disease. We postulate that bands of fibrosis extended into the perisheath region round the trochlea and mechanically limited the passive movement of the superior oblique tendon in elevation in adduction.
The function of the trochlea has been studied by various authors. 23 
